Type 2 diabetes mellitus (T2DM) is characterized by insulin resistance and β-cell failure. Although there were many debates, it has been thought to be triggered firstly by insulin resistance, which is compensated by increased β-cell response, but eventually leads to T2DM due to exhaustion of pancreatic β-cells. At first, this hypothesis was proposed based mainly on studies of Caucasian subjects \[[@B1][@B2][@B3]\].

A study in early 1970s showed that insulin response to ingestion of glucose in Japanese, in both normal glucose tolerance (NGT) and T2DM groups, was much lower than that in Caucasian \[[@B4][@B5]\]. Later, cross-sectional studies showed that the insulin secretory function of NGT, impaired glucose tolerance (IGT), and T2DM patients was relatively decreased in Japanese in comparison to those of Caucasian \[[@B6][@B7]\]. Other East Asians including Koreans and Chinese were also reported to have reduced insulin secretory capacity, especially in the early phase \[[@B8][@B9]\]. Therefore, insulin secretion failure was suggested as the main pathophysiology for T2DM in East Asia, which is different to Caucasian \[[@B10]\].

Recent studies determining for the difference in pathophysiology of T2DM between Japanese and Caucasians showed interesting results \[[@B11][@B12]\]; the basal β-cell function and insulin resistance after glucose challenge were higher in Caucasians compared with Japanese, which is similar to previous studies. However, they found that android fat, waist circumference, trunk fat, body mass index (BMI), hip circumference, body weight, whole-body fat, and triglycerides were the single factors for insulinogenic index. Among them, BMI was the most important covariate for insulin sensitivity and β-cell response. After adjusting for difference in BMI, they reported similar insulin sensitivity and β-cell responsiveness in the two ethnic cohorts. Disposition index (DI), which is the combined effect of insulin sensitivity and β-cell responsiveness, showed that Japanese and Caucasian NGT, IGT, and T2DM subjects have similar β-cell function relative to insulin resistance. This provides evidence that the ability to compensate for increasing insulin resistance is similar in Caucasians and Japanese. On the basis of these results, they proposed a similar pathophysiology of T2DM in Caucasians and Japanese with respect to insulin sensitivity and β-cell function.

One recent Korean study suggested that the main pathogenesis in participants with newly diagnosed T2DM is insulin resistance \[[@B13]\]. Their result is in contrast to the traditional belief that insulin secretion is main pathogenesis for East Asians. They proposed that insulin resistance became the more prominent pathophysiology because the prevalence of diabetes is shifting toward younger and more obese populations in South Korea. They also analyzed their data according to differences in BMI, and showed that insulin resistance and insulin secretion index were both positively correlated with BMI. Therefore, DI were similar in various BMI groups as evidenced by other studies comparing Caucasians and Japanese \[[@B11][@B12]\]. They showed that obese participants with T2DM had relatively more insulin resistance, whereas relatively more non-obese participants with T2DM had β-cell dysfunction, which is consistent with the study demonstrating that body composition is the main determinant for the differences in T2DM pathophysiology between Japanese and Caucasians \[[@B12]\].

This study can give us some lessons. All Koreans that were newly diagnosed with T2DM did not show β-cell function as the main defect. We have to try to understand the pathophysiological differences in different patients, especially by BMI and age. Overweight and obese T2DM are more common than non-obese T2DM in Koreans nowadays, so we should focus on strategies to reduce insulin resistance for the prevention and treatment of T2DM.
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